INTRODUCTION
Acute renal failure (ARF) developed after obstructive jaundice continues to be a significant challenge, involving 6-18% of patients and associated with high mortality (25 100 %) [1, 2] .
Ethiological factors of ARF seen in extrahepatic cholestasis are as follows; nephrotoxicity, haemodynamic changes, endotoxemia, enhanced prostaglandins and renal vascular reactivity [ [1] [2] [3] [4] [5] [6] [7] . In this respect, bile salts [8] , lactulose [8] , antibiotics [2] , inhibition of production of prostaglandins [4, 9] , the preoperative drainage of bile [2] , mannitol [10] , and dopamine [11] have been used for the prevention of ARF in various clinical and experimental studies. It has been shown that oxygen free radicals play an important role in the pathophysiology of ARF developing after renal ischemia in experimental models [12] [13] [14] [15] [16] . We thought that the oxidants may also play a role in the development of renal failure in jaundiced rats by the stimulating effect of endotoxin through the lipoxygenase pathway of arachidonic acid metabolism [17, 18] , the decrease of antioxydant enzyme activities in volume depletion [16] , the disturbances in bodywater compartments in jaundiced patients [10] , the increases of reactive oxygen species in jaundice [19, 20] , and the role of decrease of antioxidant defenses in liver injury in jaundiced rats [21] . We aimed to design this study to compare the activities of antioxidant enzymes [superoxide dsmutase (SOD) glutathione peroxidase activities were measured by using the methods of Beers [24] and Paglia [25] (Fig. 1A) . The activity of SOD was significantly decreased in both jaundiced and non-jaundiced groups in the 3-day post-ischemia (p < 0,05) (Fig. 1B) . A similar trend was observed in GSHPx activity (p <0,05) (Fig. 1C ). Comparing the groups in which the renal ischemia/reperfusion were applied, there were no differences statistically. Decreased levels of catalase activities in OJ+RI and RI groups, were not significant (p < 0,05) Fig. 1D ). The enzyme activities of in all groups are shown in Table II . [13, 14, 28] . A major protective mechanism against reactive oxygen metabolites is also the antioxidant enzyme cascade. It is reported that, exogenous antioxidant enzyme administration can attenuated the renal injuries in many studies [12, 13, 15] .
It is suggested that, bilirubin and bile salts impair cellular metabolism and membrane transport systems. The changes in ultrastructure of glomeruler endothelial cells in Jaundice are similar to the effects of anoxia. Presumably these cells are especially sensitive to a small fall in oxygen delivery [1] [2] [3] . Decrease in renal blood flow and the redistribution of blood flow from the outer to the inner cortex is seen in bile duct ligated animal models [1, 3, 4, 9] . The profound disturbances of body-fluid compartments and extracellular and intracellular volume depletion have been detected in obstructive jaundice [10] . It is reported that, in non-jaundiced volume depleted rats, decrease in antioxidant enzyme activities has been detected [16] . This [2-4, 12,17, 18] . Moreover, it is claimed that dimethylthiourea and superoxide dismutase which are used in endotoxemia induced ARF may reduce renal demage [29] . It is suggested that, endotoxin, present in the peripheral circulation may play an important role in the development of ARF by enhancing the liberation of reactive oxygen species in jaundiced patients.
In our study, when C and OJ groups are compared with both of the ischemia/reperfusion groups in the 3-day post ischemic kidneys, the significant increase in XOD activities were observed (p < 0,05). Furthermore, the XOD activities of OJ+RI group were significantly higher than those of RI group (p < 0,05).
Changes in liver antioxidant defenses were searched for in the bile duct ligated rats and a reduction in vitamin E and selenium was observed. In addition, significant decreases in the activities of catalase, glutathione peroxidase and glutathione reductase and an increase in lipid peroxidation were found. The importance of oxidant injury was emphasized in obstructive jaundice [19] . In addition, it is claimed that a large amount of reactive oxygen species were produced by polymorphonuclear leucocytes in deeply jaundiced patients these agents may play a role in multi organ damage [19] . In a study, it was shown that the renal damage caused by gentamycin induced ROS production was more serious because of marked production of oxydants in jaundiced [20] . In another experimental study, the functional role of intrinsic antioxidant enzymes in renal oxidant injury was assessed and the reduction in enzymes activities were observed in 3-day post ischemic rats, but the elevations of activities were detected in 6-day post-ischemic rats [30] . Southard et al. [31] had also shown that XOD activities increased by degrees on day 3 
